Hyponatraemia has been described in association with a number of acute infectious diseases, mainly bacterial and tuberculous meningitis and pneumonia, and has been attributed to inappropriate secretion of arginine vasopressin (AVP). The mechanism of inappropriate AVP production is uncertain, but there is experimental evidence to suggest that fever may stimulate secretion of AVP into plasma and cerebrospinal fluid. In this study, AVP concentrations in plasma and cerebrospinal fluid from 37 febrile children with infections have been compared with those from 27 afebrile control subjects. Ten of the febrile children had meningitis (eight bacterial, two viral) and the remainder a variety of other infectious diseases. Seventy four per cent of febrile infected children were hyponatraemic (serum sodium <135 mmol/l) compared with only 8% of the afebrile controls. Plasma AVP concentrations were significantly higher in the febrile patients (median 2-92 pmol/l, range 1-0-23*25, n=28) than in controls (median 1-67 pmol/l, range 0O57-6*0, n=14) but there was no significant difference in cerebrospinal fluid AVP concentrations. There was no difference in plasma AVP concentrations between patients with meningitis and those with infections not involving the central nervous system. Careful attention should be paid to fluid and electrolyte balance in all children with acute infections.
Hyponatraemia and water retention have been reported in children with bacterial and tuberculous meningitis, 1-4 viral encephalitis5 and pneumonia.4 6 7 These findings have been attributed to inappropriate secretion of arginine vasopressin (AVP) and in a few studies plasma or cerebrospinal fluid AVP concentrations have been measured and shown to be increased. ' 6 8 The mechanism of the inappropriate AVP production in these situations remains uncertain,8 although it has been suggested that increased AVP concentrations in pneumonia may be the result of intrathoracic pathology interfering with the normal modulation of AVP release via stretch and baroreceptors in the left atrium and carotid sinus. 9 Experimental studies have indicated that in a variety of animal species, AVP production, hyponatraemia, and hypo-osmolality can be produced by inducing pyrexia. 1 '2 These observations have led to suggestions that AVP may have a role as an endogenous antipyretic. 13 14 This hypothesis might explain the findings of Gonzalez et al who noted an association between hyponatraemia and a variety ofacute infections.'5 However, there is little published information concerning plasma or cerebrospinal fluid AVP concentrations in acute infections other than those of the central nervous or respiratory systems.
The aim of this study was to determine the concentrations of AVP in samples of plasma and cerebrospinal fluid obtained from febrile children with a variety of infectious diseases and compare these with the concentrations found in a group of afebrile control children.
Patients and methods
The study population comprised 37 febrile children with a variety of acute infectious illnesses (table 1) . Ten children had meningitis (eight bacterial, two viral). The median age of the study population was 2 5 years, range 2 weeks-14 years; 20 (54%) were boys. All the children were hospital inpatients. Samples were obtained shortly after admission at a time when venepuncture or lumbar puncture was being performed for a clinical indication. The body temperature was recorded immediately before (table 3 ) and who provided cerebrospinal fluid samples. The median age of the control population was 7 0 years, range 1 month-15 years; 13 (48%) were boys. There was no significant difference between the age structure of the study and control groups (Mann-Whitney U test, p=0 13).
Blood (0 5-1 0 ml) was taken onto ice, centrifuged immediately, and the plasma separated and stored at -20°C until assay. Cerebrospinal fluid (0 5 ml) was also taken onto ice and stored at -20°C. Immediately before AVP assay, the plasma sample was extracted through octadecasilyl silica cartridges (Sep-pak C1 8, Waters Associates). The AVP concentration in plasma and cerebrospinal fluid was measured by radioimmunoassay, as described previously. 16 The intra-assay coefficient of variation was 5% and the interassay coefficient of variation 15%.
The limit of detection of the assay was 0'30 pmol/l. In the data analysis, a non-detectable concentration of AVP was assigned a value of 0-00 pmol/1.8
The study was approved by the local ethical committee. 
pmol/l, range 0-2-9) (Mann-Whitney U test, p=038) (fig 2) . There was also no significant difference between the AVP cerebrospinal fluid concentrations obtained from children with meningitis (median 0-56 pmol/l, range 0-5-57, n= 8) and those obtained from other febrile children (median 0 90 pmol/l, range 0-1 98, n=10) (Mann-Whitney U test, p>005). As with the plasma results, no correlation was found between cerebrospinal fluid AVP concentration and age (r=0-22, p=0 10) and there was also no significant difference in the results obtained from boys and girls (Mann-Whitney U test, p=0 24). Figure 3 illustrates the relationship between body temperature and plasma AVP concentrations in the febrile children. There was no correlation between body temperature and plasma AVP concentration (r=0-09), p> 0 05). There was also no correlation between body temperature and cerebrospinal fluid AVP concentration (fig 4) 
Maternal chickenpox
Maternal chickenpox in early pregnancy has been associated with abnormalities in the fetus including microphthalmia, cataracts, Homer's syndrome, microcephaly, and growth defects of limbs, fingers, and muscles. Congenital varicella syndrome was found in three of 61 patients (5%) in three previously reported studies. Now another 40 mothers with first trimester chickenpox have been reported from Connecticut (James Balducci and colleagues, Obstetrics and Gynecology 1992;79:5-6). One mother elected for termination of pregnancy and three had spontaneous abortions. There is no comment about abnormality in these fetuses. One fetus was shown by ultrasound examination to have a large omphalocele and the pregnancy was terminated. None of the pregnancies was complicated by congenital varicella syndrome as previously described.
Maternal chickenpox is not common because most mothers have had the disease in childhood. These authors quote an incidence of 0-7 per thousand pregnancies but it is not clear whether that figure is for chickenpox at any stage in pregnancy or just the first trimester. In any event congenital varicella syndrome is rare but it should disappear altogether with chickenpox immunisation (see Archivist 1991:1212).
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